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Effects of Exogenous Phosphocreatine on Level of S-100B Protein and NSE

in Serum of Newborn with Serious Asphyxia*
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ABSTRACT Objective: To observe the effect of exogenous phosphocreatine on the level changes of S100b protein and NSE In
serum with serious hypoxia -ischemic encephalopathy in newborn infants. Methods: 40 serious asphxia newborn were randomly devided
into two groups: routin therapy group(21 newborns), routin treatment with oxygen ,nutrition and citicoline(CTL).The treatment group(19
newborns) were given exogenous phosphocreatine(12h after born, 1g/d) besides conventional therapy which was given in control only.the
control group (14 newborn)without asphyxia newborns.The content of S100b protein and NSE in serum were measured using
enzyme-linked immuradsorbent assay (ELISA) after 48h and 10 days.The newborns in both groups were assessed with neurological
function, the NABA scores was recorded. Results: The level of NSE and S100B protein In serum in the treatment group and routin theray
group in 48h were no significantly difference *P>0.05 >P>0.05 .As compared with control group it was significantly difference
AP<0.05,AP<0.05 . The level of NSE and S-100B protein In serum after 10 days between two group were significantly difference, the
treatment group were significantly decreased (¢P<<0.05 ¢P<C0.05). The NBNA score< 35 point after 3 weeks account for 27.0% in
treatment group and 53% in control group,which had significantly difference x> =6.112 ¢ P<0.05). Conclusions: exogenous
phosphocreatine can protect brain tissure and improve the energetic metabolism of the brain cell , can lessen cerebral ischemic injury,
which can decrease disability rate and improve neurological function.
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Tab.1 The change of NBNA score, NSE and s-100 in blood serum  xt s
s-100 ng/ml NSE(ug/l) NBNA score
Group n
48h 10d 48h 10d Percent(<35)
Control
conventional 14 0.16+ 0.04 0.14% 0.07 4.89+ 1.87 5.03% 2.06 —
therapy
20 0.87+ 0.314 0.62+ 0.21 4533+ 15414 30.9+ 11.06 27%
CP group 19 1.02+ 0.40% 0.24% 0.09* 37.21% 13.43%4 1543+ 7.41% 53%*
Note : compared with control group *P<<0.05 compared with onventional therapy group *P<<0.05.
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